and a nonproductive cough. He descended to 2,400 m and was taken to a hospital. On admission, he was cyanotic. The blood pressure was 15Q1100 mm Hg, and the pulse was 90 beats per minute. Rales were present over both lung bases. A grade 3/6 midlate systolic crescendo-decrescendo murmur and an accentuated Anito Derk M.D.;t and Frank H. Bosch. M.D.$ pulmonary second sound were heard along the left sternal border. Blood gas analysis showed respiratory alkalosis. An x-ray film of the Partial anomalous pulmonary venous drainage may be the chest revealed pulmonary edema, especially in the leR lower lobe, c a w of h-mh and averperfusion of the lungs and and prominent dilated main pulmonary arteries (Fig 1) .
then-efb an important b t o r in the pathogenesis of high-
The ECG showed sinus rhythm with signs of right atrial enlargealtitude pulmonary edema ( W E ) . with the right atrium (Fig 2) . The pulmonary-to-systemic blood flow ratio was 2.6:l. The systolic pulmonary artery pressure and the pulmonary vascular resistance were normal. On his next expedition the patient experienced a second episode of HAPE at 6,400 m, while receiving acetazolarnide. In December 1990, reconstruction of the pulmonary anomaly was performed. The angiographic findings were confirmed.
The pathogenesis of HAPE is still incompletely understood. Hypoxemia appears to be of paramount importance.
At high altitude the partial pressure of oxygen in the inspiratory air decreases, leading to pulmonary vasoconstriction and pulmonary hypertension.= Exercise leads to a further decrease in arterial saturation, due to the shortened transit time of blood in the alveolary capillaries. The capillary wedge pressure is normal, in contrast to the elevated pulmonary artery p r e~s u r e .~
The arteriolar vasoconstriction is probably not uniform throughout the lungs.
Subjects with an increased vasoconstrictor response on breathing a hypoxic gas mixture appear to be at increased risk to develop HAPE,' and show an uneven lung perfusion on radionuclide scan.= In subjects with congenital absence of the right pulmonary artery, HAPE was seen only on the left side, illustrating the supposition that overperfusion of the lung is important in the pathogenesis of HAPE.6 The edema fluid has a high protein content, suggesting that it is a form of permeability edema.' Alpert et a18 found in 14 patients with right PAPVD without ASD a higher blood flow through anomalously draining lobes of the lung than through normally draining lobes. The pulmonary vascular resistance was approximately the same for normal and anomalous lung segments. Pulmonary artery pressure was identical for both lungs.
In our patient a pulmonary-to-systemic blood flow ratio of 2.6:1 was found, leading to an increased blood flow through the lungs during exercise. He suffered two episodes of HAPE, one at a relatively low altitude, which suggests that PAPVD was a significant factor in the pathogenesis of HAPE.
There are two possible explanations for his increased susceptibility for HAPE. First, arterial undersaturation was probably more pronounced at altitude compared to healthy individuals; exercise on the ergometer at sea level showed a remarkable decrease in saturation. Secondly, pulmonary werperfusion occurred because of PAPVD. This case history underlines the importance of hypoxemia and overperfusion of the lungs in the pathogenesis of HAPE. E xtramedullary hematopoiesis, the formation of apparently normal blood cells outside the confines of the bone marrow, usually occurs as a compensatory response either to chronic hemolytic conditions or bone marrow replacement because of tumor or fibrotic tissue. The heterotopic marrow is usually microscopic and most commonly involves the spleen, liver, and lymph nodes, but can also be seen in adipose tissue and in tissue of the adrenal gland, kidney, thymus, peripheral nerve, breast, cartilage, broad ligament, pleura, retroperitoneum, epidural space, and epididymis.' At times, the heterntopic site can be large and can present as a tumor mass or Intrathoracic extramedullary hematopoietic tissue most commonly occurs in the posteroinferior mediastinurn, ¶ but has been reported in the anterior mediastinurn3 and pleura.' Pleural involvement is usually microscopic and asymptomatic and is noted only at autopsy. We present the case of a patient with intrathoracic extramedullary hematopoiesis involving the pleura that presented as a bloody pleural effusion of unclear cause and became a hemothorax after sclerotherapy with tetracycline.
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A 73-yearold woman with a history of myelofibrosis diagnosed 7 years earlier presented with dyspnea and a right-sided pleural effusion. Sanguineous fluid (1,000 ml) was removed, after which her symptoms improved. The pleural fluid was an exudate and had an
